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Development of passive immunization vaccines against a broad-spectrum of human
papillomavirus genotypes.
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At least 15 oncogenic types of human papillomavirus (HPV) cause cervical
cancer. The licensed HPV vaccines consist of the major capsid protein L1 of two oncogenic HPV types
and elicit type-specific neutralizing antibodies. We have previously isolated a monoclonal antibody,

MAb24B, that recognizes the minor capsid protein L2. MAb24B is capable of neutralizing at least
eight oncogenic HPVs in vitro. In this study, we examined the feasibility of a passive immunization
vaccine using this broadly neutralizing antibody by employing adeno-associated virus (AAV)-mediated
gene transfer. A single intramuscular injection of the AAV vector expressing MAb24B into mice
resulted in persistent expression of MAb24B in the sera over one year. The vector-injected mice were

partially protected from vaginal challen?es with HPV16, HPV18, and HPV58 pseudovirions. These
results provide a foundation for the development of passive immunization vaccines for a
broad-spectrum of HPVs.
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